Guillain-Barre syndrome associated with campylobacter infection SIR,-Drs K M Rhodes and A E Tattersfield (17 July, p 173) reported the first published case of Guillain-Barre syndrome in association with campylobacter infection. We have seen a patient with Guillain-Barre syndrome and some similar features to those of their case.
A 42-year-old lorry driver developed the initial symptoms of Guillain-Barr6 syndrome nine days after the onset of four days' diarrhoea, which he experienced abroad. The weakness of the extremities peaked on the fourth day after the appearance of the first symptoms of the syndrome. At that time the patient was unable to walk but was not brought to hospital until the eighth day. He did not need artificial respiration and his condition started improving during the next few days. The cerebrospinal fluid showed a protein content of 830 mg/l. Routine blood investigations were normal, and the stool cultures for Salmonella, Shigella, and Yersinia were negative. No antibodies compatible with acute viral, salmonella, yersinia, brucella, or chlamydia infection were found. Stool was cultured only once for Campylobacter (23 days after the onset of diarrhoea), and Campylobacter fetus subspecies jejuni was isolated. Electroneuromyography 24 days after the onset of Guillain-Barr6 syndrome showed pronounced exaggerated insertion activity throughout the muscles, reflecting axonal involvement. The motor and sensory nerve conduction velocities were normal. Two months later considerable denervation activity was present as a sign of extensive axon damage. After six months' follow-up there was atrophia of the distal muscles and weakness in all extremities, and, unexpectedly, the patient also had a high-frequency tremor and slight rigidity of the extremities.
The common features of our patient and that of Drs Rhodes and Tattersfield were the clear-cut period of acute diarrhoea, the short incubation period of Guillain-Barre syndrome, and the extensive axonal damage with considerable residual neurological signs even six months after the onset of the disease. Campylobacter appears to be the most common bacterial cause of diarrhoea.' We agree with Drs Rhodes and Tattersfield that at least some cases of Guillain-Barre syndrome developing after "non-specific" enteral infection are connected with the occurrence of campylobacter infection. In the light of our patient's tremor we also noted that Campylobacter has been suggested as a causal factor in some diarrhoea-associated convulsions,2 3 and involvement of the nervous system has also been reported.4 The pathogenesis of Guillain-Barr6 syndrome might be different in various cases,5 and tissue damage in the nervous structures might itself be related to the causal agent. In these two cases our attention was particularly drawn to the extensive axonal damage. G Left-handedness SIR,-I would like to comment on the reply given to the reader who wished to know if there was any association between left-handedness and a variety of dextrocardia and transposition of thoracic and abdominal viscera (10 July, p 118). Your expert's answer, that "there is no association between the two," may not be correct. In arecent studyon "Left-handedness: association with immune disease, migraine, and developmental learning disorder,"' we found the frequency of autoimmune diseases, migraine, and developmental learning disorders to be increased in left-handed subjects. In obtaining this information we did not ask about dextrocardia or transposition of viscera, but unsolicited information from several families with left-handedness and autoimmune disease provided multiple examples of transposition of great vessels and of thoracic and abdominal viscera. The theoretical relation between developmental brain abnormalities, laterality, autoimmune disorders, and learning disorders is discussed in our paper.
PETER 0 BEHAN
Institute of Neurological Sciences, Southern General Hospital, Glasgow G51 4TF Geschwind N, Behan P. Proc Natl Acad Sci USA 1982 (in press).
Inaccuracy of London School of Hygiene sphygmomanometer
SIR,-Dr Desmond J Fitzgerald and others (2 January, p 18) showed recently that the London School of Hygiene (LSH) sphygmomanometer, when compared with a Hawksley random-zero sphygmomanometer, underestimated the systolic blood pressure by 7-1 mm Hg and the diastolic pressure by 3-6 mm Hg (average of 20 patients in whom simultaneous duplicate readings were obtained by connecting two stethoscopes via a connection to the cuff). Dr J G Evans (13 March, p 823) pointed out that the randomzero sphygmomanometer in turn has been shown to underestimate systolic pressure by 1-2 mm Hg and diastolic pressure by 2-2 mm Hg compared with an ordinary sphygmomanometer.' Thus, the LSH sphygmomanometer can be expected to show pressures around 8 mm Hg lower for systolic and 5-6 mm Hg lower for diastolic than ordinary clinic readings made with a mercury sphygmomanometer.
We have compared an ordinary mercury sphygmomanometer with the Auto-Manometer,2 an electronic device manufactured by Southern Computers Ltd (PO Box 6091, Dunedin North, New Zealand) which operates in a manner similar to the LSH sphygmomanometer. It was originally developed in the hypertension clinic of Professor Simpson at the Wellcome Research Foundation in Dunedin, New Zealand. We used the same methods as Dr Fitzgerald and others with the modification that we let the two observers make two recordings in each patient, between which they changed manometers. We picked 20 patients at random from those making routine visits to the hypertension clinic.
The results are shown in the figure. The linear regression lines based on the average values of the two observations for each apparatus were Auto-Manometer = 110 mercury manometer (systolic)-19-3 and Auto-Manometer= 1-18 mercury manometer (diastolic)-21-9. The average values showed a mean underestimation by the Auto-Manometer of 3-8 mm Hg for systolic pressure and 4-4 mm Hg for diastolic pressure (both p< 0 001) at a pressure level of around 150/90 mm Hg. The regression lines are not quite parallel to the lines of identity, so the error is probably smaller in higher blood pressures. When one trained observer (GN) checked Auto-Manometer readings against self-read mercury readings in 16 patients, Auto-Manometer readings were also consistently lower than mercury readings by 10 mm Hg systolic and 2-9 mm Hg diastolic (both p < 0 01).
At 10 calibrations with the cuff around a cylindrical object the mercury readings were higher by 0-5 mm Hg. When the two observers were checked against one another, although average differences were small, the difference between the two occasions could be very large in individual cases. For the mercury manometer, systolic pressure
